Summary. The 
Introduction
Current clinical interest in vasectomy has made vasectomy research a dynamic field of investigation in recent years (see Neaves, 1975 , for review). Whether or not vasectomy significantly interferes with normal testicular function has been one of the important questions in the area. There are reports of testicular function being seriously altered after vasectomy (Sackler, Weltman, Pandhi & Schwartz, 1973; Alexander, 1973 ; Kothari & Mishra, 1973) , but there is evidence from a variety of primate and non-primate species which supports the concept that, in general, spermatogenesis continues in vasectomized males (Skinner & Rowson, 1968; Paufler & Foote, 1969; Flickinger, 1972; Vare & Bansal, 1973; Howards, Jessee & Johnson, 1975) . Even in vasectomized males with persistent spermatogenesis, however, there are often signs of some alteration or impairment of the spermatogenic process (MacMillan, Desjardins, Kirton & Hafs, 1968; Igboeli & Rakha, 1970; Alexander, 1973) . After vasovasostomy in men, sperm counts and fertility often remain low (Kar & Phadke, 1975; Schmidt, 1975) and while such low fertility may sometimes be due to inadequate surgical technique (Silber, 1975) , it is also possible that vasectomy itself causes changes in normal testicular and epididymal function.
The present study was performed in order to examine the effects of vasectomy on the bloodtestis and blood-epididymal barrier. Knowledge of the state of these barriers after vasectomy is important in understanding the spermatogenic process after vasectomy and how vasectomy might affect male infertility even after vasovasostomy.
The methods and some data for the control group of this study have been the subject of a previous paper (Howards, Jessee & Johnson, 1976 . The collection of seminiferous tubule fluid and fluid from the cauda epididymidis by micropuncture and of blood plasma was as described by Howards et al. (1976) . Cell fig. 1(c) . The mean slope coefficient was significantly increased (P < 0-05) only for entry into seminiferous tubule fluid (Table 1 ). The change of plateau levels (Table 1) was a significant increase (P < 0-01) for seminiferous tubule fluid and a significant decrease for epididymal fluid.
The testicular length before vasectomy (1-85 ± 0-03 cm) was not significantly different from that after vasectomy (1-85 ± 0-05 cm).
Discussion
The blood-testis barrier provides a special environment for the proper development of spermatozoa. Studies of the barrier at the level of the rete testis (Setchell, Voglmayr & Waites, 1969; Setchell & Wallace, 1972; Cooper & Waites, 1975) gave information for the compartment distinct from that of the seminiferous tubules. However, since the barrier's primary site of action is the seminiferous tubule, this is a logical site to examine, and micropuncture of seminiferous tubules in vivo is the most direct, physiological method for obtaining fluid from the seminiferous tubules.
Howards et al. (1976) demonstrated in the hamster that the blood-epididymal barrier is similar, though not identical to, the blood-testis barrier: fluids in the seminiferous tubule and the cauda epididymidis are easily and equally permeable to 3H20, [3H] (Lorentz, Lassiter & Gottschalk, 1972 (1975, 1976) have shown, in the hamster and guinea-pig, that the increased pressure in the cauda epididymidis after vasectomy does not exist in the seminiferous tubule and breakdown of a structural barrier due to distension is therefore unlikely. Additionally, Neaves (1973) has shown with electron microscopy that the blood-testis barrier to lanthanum is still intact 4 months after vasectomy.
There is some evidence for active transport of [14C]urea out of the hamster seminiferous tubule (Turner & Howards, 1978 
